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Establishment of a dacarbazine-induced resistance

melanoma cell line and its drug resistance
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2. Department of Dermatology, Affiliated Hospital of Xuzhou Medical University, Xuzhou Jiangsu 221000, China)

Objective: To establish a melanoma cell line resistant to dacarbazine (DTIC) and to investigate its drug
resistance. Methods: O°-methylguananine-DNA methyltransferase (MGMT) protein expression of a human
melanoma cell line was detected using Western blot. The drug resistance of human melanoma A37S cells to DTIC
was induced by in vitro stepwise induction. Drug-resistant cell line ICS0 and resistance index were detected by
MTT assay. Results: After treated with DTIC at different concentrations, the growth of A375 cells slowed down
in different degrees. With the increase of DTIC concentration, the inhibition rate of A375 cells increased in
different degrees. The median inhibitory concentration (IC50) of DTIC to in vitro proliferation of parent A375
cells and A375/DTIC cells was 10.766 and 95.693, respectively. The resistance index of A375/DTIC cells to
DTIC was 9 times higher than that of A375 cells (P<0.05). Conclusion: The successful establishment of a DTIC-
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induced drug-resistant human melanoma cell line A375/DTIC in vitro by gradually increasing the concentration
of chemotherapeutic drugs with stages lays an experimental foundation for further study on the mechanism of
melanoma resistant to DTIC.
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detected by RT-PCR
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Figure 2 Relative expression of MGMT (A375, MV3, M14)
detected by Western blot
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Table 1 Inhibitory effect of DTIC on the proliferation of

human melanoma cell line A375 in vitro

5/ (ugmL™) A375/% A375/DTIC/%
2000 90.61 84.80
1000 85.53 74.37
500 81.16 64.41
250 78.79 59.90
125 75.16 50.91
62.5 74.30 44.93
31.25 71.90 39.34
15.625 68.01 31.86
7.8125 49.63 25.86
3.90625 31.69 18.09
1.953125 18.21 8.37
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Table 2 IC50 of DTIC on the proliferation of human

melanoma cell line A375 in vitro
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